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Changes and effects of the levels of serum lipid, lipoprotein (a) and tumor necrosis factor-o. on the atherogenesis
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Abstract: Objective
(PTA) ,and evaluate the role of serum lipid.lipoprotein (a) [ Lp(a)] and tumor necrosis factor-a(TNF-o) in this progress. Methods

To investigate the changes of atherosclerosis and vascular tissue after pecutaneous tranluminal angioplasty

Thirty New Zealand white rabbits with high fate diets were established as observation group,and 10 rabbits with normal feed
C,Lp(a) and TNF-

o before the experiment,after 2 weeks feeding and 1 month,2 months,3months after PTA. The correlation among atherosclerosis

were set as control group. Blood biochemistry test was used to detect the levels of serum TC, TG, HDL-C,LDL-

and Lp(a), TNF-a were measured by multiple logistic regression analysis. Opposite reference value was calculated with receiving
operating characteristics (ROC) analysis. Results The levels of TC, TG and LLDL-C were significant higher than baseline with the
feeding time(P<C0. 05). The level of HDL-C after 2 weeks high cholesterol diet feeding was lower than baseline (P<C0. 05). The
content of TNF-q at 2nd month after PTA was remarkable higher than baseline(P<C0. 01). ROC analysis showed that RR of TNF-
a was 1. 84(P<C0. 01) and an area under the curve of 0. 871 for TNF-q (95% CI:0. 811—0. 956) compared to 0. 523 for Lp(a)
(95%CI:0.409—0. 720) regarding atherosclerosis. Conclusion The turbulence of lipid could be an important factor of atherosclero-
sis,and the high level of TNF-a may take part in the process of repairing of arteriosclerotic vessel.
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x1 LI AFAFT BAARGHIEIR (T Ls)
H 9 n TC(mmol/L) TC(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L) Lp(a) (mg/L) TNF-a(ng/L)
SEEGA 30 1.6240.92 0.89+0.37 2.2620. 47 0.89+0.18 83.93417. 83 0.3420.08
XFER4L 10 1.6340.92 0.85+0.35 2.5140.48 0.90%0.18 82.78417.05 0.32+0.07
*2 HAZREEIRATIEEREWN (TLs,n=230)

5} [&] TC(mmol/L) TG(mmol/L) LDL-C(mmol/L) HDL-C(mmol/L) LP(a)(mg/L) TNF-a(ng/L)
SC U 1.6240.92 0.8940.37 2.26+0.47 0.89+0.18 83.93+17. 83 0.3420.08
LG 2 W 23.30+8. 45" 1.2740.55° 5.62+1. 227 0.6640. 247 88.92+22.76 0.34+0.12
PTARE 14 H 39.52415.92° 2.9140. 49" 8.74+2.13b 0.82+0.32 107. 31423, 820 0.44+0.13
PTARE 21N 43.22413. 64° 3.244+0. 62" 18.35+3. 42 0.83+0.54 89.36+27. 68 3.5440.67"
PTA R 31 H 47.63416. 57" 3.6740.57" 23,4645, 410 0.86+0.61 86. 51424, 54 3.48+1, 320
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